Section ofDermatology 721 hospital she developed mildly tender subcutaneous nodules on the forearm.
Generally the patient looked pale; with mild neck stiffness, painful and tender temporomandibular joints, fusiform swelling and slight ulnar deviation of the fingers. Investigations: ESR 65 mm in the first hour (Westergren) . WBC 12 000-22 000 with 30-32% eosinophils. Protein electrophoresis: decreased albumin, increased a2-globulin. Normal investigations: urea and electrolytes, liver function tests, Rh factor, antinuclear factor, direct and indirect, immunofluorescence, VDRL, Treponemapallidum hIwmagglutination, Widal test, Paul Bunnell, film for malarial parasites, sigmoidoscopy, rectal biopsy, barium meal, barium enema, chest X-ray, X-ray of hands, feet and temporomandibularjoints.
Bone marrow: very active leukopoiesis with many myelocytes and promyelocytes, occasional myeloblast. Thirty per cent of series are eosinophils from myelocytes to mature eosinophils. No basophil leukocytes seen. Leukocyte alkaline phosphatase on one occasion was low but normal on three others.
Biopsies of the ulcers and nodules both showed proliferative cutaneous arteritis with intimal proliferation and fibroplasia and perivascular inflammatory infiltration with monocytes, lymphocytes and eosinophils (Fig 2) . There was also a lymphocytic infiltration of the subcutis in places.
Comment
This patient might be a case of cutaneous polyarteritis as discribed by Borrie (1972) & Stansfield (1966) . The clinical picture, however, did not really fit with (a) ulcers confined to the trunk, (b) absence of livedo reticularis and (c) nodules in the subcutaneous tissue that bore no constant relationship to the arteries. Pathologically the picture was also different in that the inflammatory process did not involve the tunica media in any of the arteries seen in the sections. Hence we have assigned the patient to a rather general category of indolent proliferative arteritis.
The ulcers improved on cleaning with eusol, dry dressings and bed rest. However, they did not clear nor did the nodules, until she was put on prednisone 40 mg daily reducing to 15 mg at the time of discharge. On this she felt well and all her arthralgia disappeared.
Werner's Syndrome David Rickards LRCP MRCS (for H W Chadfield FRCP and W A Hudson FRCP) (Royal Hospital, Wolverhampton, WV2 JBT) S T, woman aged 52 History: The patient's family noticed she was abnormal at the age of 61 when, after an attack of scarlet fever, she developed loss of limb power and skin elasticity over the body, and stiffness of all joints. Her skin developed a brownish discolouration over the limbs and trunk, and a pinkness around the eyes. During the next two years, canities and poor dentition added to her troubles.
A photograph at the age of 9 (Fig 1) already shows the classical sclerodermoid features of the disease. Progressive immobility of her limbs reached a peak at 14 and remained unchanged. Menarche at 14 and periods thereafter normal. Since the age of 22, has had intermittent ulceration of the legs and for the last six years an ulcer on the left leg has persisted, though varying somewhat in severity. Tarsorrhaphy to the left eye performed eighteen years ago for an alleged corneal ulcer, probably due to proptosis. Family history: The third of 4 children, the rest of whom are unaffected. Parents were normal and unrelated. On examination: (Fig 1) Undersized; weight beaked nose, with a bird-like facies which, in conjunction with sparse grey hair, give the appearance of premature senility (progeria of the adult). By contrast, trunk relatively normal, but breasts small and an absence of pubic and axillary hair. Distal femoral pulses not palpable. Investigations: Full blood count shows moderate hypochromic anemia. Hb 10 g/100 ml. ESR 110 mm in the first hour (Westergren). Urea and electrolytes, serum cholesterol, serum calcium, protein bound iodine and plasma cortisol levels all normal. Glucose tolerance test was normal. Ophthalmoscopy failed to reveal cataracts in either eye. Plain X-rays showed generalized osteoporosis. Barium meal and follow through: lack of good movements in the superior constrictor muscle, but otherwise normal. Treatment: Local treatment to the left leg only.
Commenit
At the age of 9, this patient was presented to the Paediatric Section of this Society as a case of dermatomyositis (Sheldon & Sheldon 1932). It was not until chronic leg ulceration brought her, aged 52, to the attention of a dermatologist, that the diagnosis was reconsidered as one of Werner's syndrome.
Described in 1904 by Otto Werner, the features of this rare heredofamilial disorder of connective tissue are remarkably constant, but it seems rare for any one patient to show all the stigmata that were originally described. The diagnosis in this case is suggested by the striking progeria-like appearance, the marked sclerodermatous changes in the limbs, the generalized osteoporosis and the history of chronic leg ulceration, an absence of a family history of the condition, cataracts or of any associated endocrinological abnormality notwithstanding.
The following cases were also presented: 
